Abstract
Introduction

Severe anemia due to gastrointestinal bleeding is not rare in patients with aortic stenosis, and cessation of the bleeding may be achieved after aortic valve replacement (1). The mechanism of these phenomena is explained by acquired type 2A von Willebrand syndrome, in which a selective loss of large multimers of von Willebrand factor occurs under high shear stress conditions and restoration of the large multimers is achieved after aortic valve surgery (2). However, no previous reports have demonstrated an association between type 2A von Willebrand syndrome and hypertrophic obstructive cardiomyopathy which resembles aortic stenosis in that obstruction to the left ventricular outflow tract generates high shear stress conditions.
Case Report
A 69-year-old woman was admitted to the hospital because of severe anemia on December 15, 2005 r a n d f a c t o r mu l t i me r s wa s r e s t o r e d a t t h e t i me o f r e e x a mi n a t i o n 5 mo n t h s l a t e r . L , M, S , a n d S S r e p r e s e n t l a r g e , mi d d l e , s ma l l a n d v e r y s ma l l mu l t i me r s , r e s p e c t i v e l y . (Fig. 3) . Afterwards, cessation of the occult gastrointestinal bleeding was obtained, and her hemoglobin level was maintained at her previous level (Fig. 4) n t r i c u l a r o u t f l o w t r a c t o b s t r u c t i o n . Af t e r r e s t o r a t i o n o f h e mo g l o b i n a n d  v e r a p a mi l a d mi n i s t r a t i o n , r e p e a t e d Do p p l e r e c h o c a r d i o g r a p h y s h o we d a n e s t i ma t e d p r e s s u r e g r a  d i e n t o f o n l y 2 5 mmHg . Me a n wh i l e , n o f u r t h e r g a s t r o i n t e s t i n a l b l e e d i n g o c c u r r e d . (3, 5, 6 (11) (12) (13) (14) (15) (16) (17) . These reports involve 7 females and 1 male, all of them are older than 55 years of age. Angiodysplasias were detected in 7 patients (11) (12) (13) (14) (15) (16) .
F i g u r e 4 . Cl i n i c a l c o u r s e . Af t e r Ca a n t a g o n i s t t h e r a p y , h e r h e mo g l o b i n l e v e l wa s ma i n t a i n e d a t h e r p r e v i o u s l e v e l wi t h n o f u r t h e r e p i s o d e s o f me l e n a . meric protein. Von Willebrand factor mediates platelet adhesion and aggregation at the site of vascular injury because of its action as a bridge between platelet receptors and the collagen of the subendothelium as well as between platelets themselves (3). The size of von Willebrand factor multimers varies from 500 to more than 20000 kilodaltons, and agarose-gel electrophoresis allows visualization of small, medium, and large molecular weight multimers (3, 4). The distribution of these multimers reflects an equilibrium between the secretion of large multimers and their cleavage to smaller, inactive derivatives. The cleavage of von Willebrand factor is mediated by a plasma metalloprotease ADAMTS 13. The proteolytic activity of ADAMTS 13 is significantly augmented under conditions of high fluid shear stress, because the structural changes of the von Willebrand factor molecule from coiled coil to elongated filament result in exposure of the cleavage site between Tyr842 and Met843
Peak pressure gradients across the left ventricular outflow tract were at least 75 mmHg in 5 patients with available data (11, 12, 16, 17) . Direct hemostasis of angiodysplasia was achieved by surgical removal (12) (13) (14) or endoscopic intervention (11) 
